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~ T h e  Extent Array Repeat Expansion of CTG 
Predicts Electroeardlographio Abnormalities in 
Myotonlo Dystrophy 
J,M, Szwod, W,J, Grab, R, Pourmand, N,P, Flnoberg, J,E, Hostotlor, 
D,P, Zlpos, Indltlnn Unive~tfy School of Medicine, Indianapoh~, IN, USA 
In myotonlc dy,trephy (DM) Iho severity of n~uromu~c~dar lao=]so correlates 
with gonomlo CTG array rape~t expansion (CTG.N), To evaluate whether car. 
dt~@ conduction disease correlates with CTG.N we obtained t 2.1e~d oleclro. 
c~rdlegr~m~ in 22 consecutive indtvidctnts with diagnosed DM pndlctpaflng 
In the Arrhythmla In DM Study, The age w~ 42 t 10 years (moan l; SD) with 
duration of diagnosis of DM for 13 t 10 yearn, All tndivtd~tals had prolongnd 
CTG.N of gre~tar than 50 repo~t~ (640 t 450, range (16~t456), The f2.1o~d 
r~l~cfro0~rdiogrsm was abnormal tn lfi of the ~ individuals, Qu=lnttt~ttve 
m~lkem of cond~tcllon dtseaRo including a prolonged PR tntolvnl (PRI) ~200 
m~ and/or a QR9 duratloo (QRSd), 100 ms was present in 15, The PRI wa~ 
195 .t 32 ms, range 140-~84 and QRSd was 108 I 26 ms, tango 80-~00 
U~ing Spearman R~nk Correlation PRI ~nd QRSd correlated witl~ ago and 
dictation ot di~gno~l~ (P , 0,01) bttt not CTG.N, With atopwl,o multiple m- 
Cranston an~ correcting for ~ga, CTG.N correlated with QRSd (P,  0,05) but 
not Pal, 
CooCtl~ton: ~loctro~rdlogrsphto abnormalities of cardiac conduction in 
OM as measured by increasing PRI and QRSd progress with incmat~ing 
ago, If ago is c~ormctnd for, then increasing CTG-N predlct~ worsened distal 
conduction disease a~ reflected in increasing QRSd, The PRI does not 
correlate with CTG.N after age correction, possibly reflecting the toss specific 
nature of this measurement for distal cor, duction disease. Tl~eso findings 
suggest a d i~t  effect el CTG-N on the seventy e! distal cardiac conduclton 
dlt~ease in DM. 
ECa ha. um.ed value Oe .ctl.g Le,  
Atrial Enlargement 
M,D Alnoun, M. Atom. F Khaia, B Rybicki, S Gotdstoin, H, Snbbah, 
S Smith, N. Wulbmcht, K Richer-Cornish, S, Borzak, Henry Ford He,lrt 
and ~,~lscul~lr Inshtute. Detroit, MI, USA 
~'~c:,3.'-:~nd. Electrocardiography tsu'~od commonly lo~ assossmg loft sinai 
enlargement (LAE), but has not boon camlully evaluated agamst ochocar- 
dtographic left atnum fLAt area measurements, 
Methods: 149 patients with lirst myocardial infarct¢on had ECG and Echo 
within 48 hrs of discharge and at 18 months, providing 299 observations, 
LA volume was deten~ined by ptanimotry of an end-diastolic echo frame in 
the long axis parastemal view. LA wavoforms were measured from ECGs 
by a single slither blinded to echo results. LAE was determined by standard 
published cr0oda: 1) negative phase of P wave in load V1 . 0.04 sac width, 
2) negative phase o! P wave (n V1 . 1 mm depth. 3) P-terminal tome in V1 
0,04 am!sot, 4) notched P wave with inter-peak interval -0.04 see in lead 
II, 5) P wave duration : O. 12 sac in lead II. 
Results: Ot the 149 patients, 42 had LAE [defined as echo LA area -20 
cm2]. The accuracy at ECG corona for ochocardiogreph(cally defined LAE 
is shown in the table. Linear regression was performed using each ECG 
cntonon plotted against echo LA area, and did not significantly correlate (all 
p - 0.1). 48 at 87 patients with fasely positive ECG criteria tar LAE had lelt 
ventncolar hypertrophy tpostonor & septal thickness ~24 mm). 
ECG COrona 1 2 3 4 5 1 & 3 2 & 5 
$onsitlvily. % 44 10 38 t 4 8 44 4 
SD(~c~|ictty. "o 53 91 64 90 93 52 99 
Conclusion: ECG cnteria for Iolt atnat enlargement ,ave very limited 
sensitivity but high specificity for echocardiographicalty determined left atnal 
enlargement. 
~ Extent of Early ST Segment Electron Resolution 
in Acute Myocardial Infarction and Rowing 
Ventricular Dlsslnergy and Stress Induced 
Myocardial Limb and Viability 
R, Ricch A. Galati, C. Coletta, A. Sestili, N. Aspromonte, F. Rulli, 
G. Guagnozzi, M Burattini, V Ceci. S. Spirito Hospital, Rome. Italy 
Recent studies demonstrated the prognostic value of the extent e! ST seg- 
mont elevation resolution (ST%. ~) after flbrinolyt¢ therapy in patients (pts) 
with AMI. The aim of the study wat~ to evaluate the rotatlon between the 
extent of ST%-$ 3 hours after fibrinolytlc thorspy for AMI and resting wall 
motion obnormalltios (WMA) aud stress indoced myocardial Schema (MI~ 
and viability (MV) in inlarct related aries/podtision toreros/. One-hundred 
ninety seven one pts (moon ego 61 ± 9 years) with fast AMI, troatod with fib- 
rlnolytlo therapy within 12 hours of symptom onset, underwent: 1) 12-lead eta 
evaluation before and 3 hours abler flbrlnolyti¢ drag administration, 2) Peak 
oreotlne.klnasa (CK) level 3,) Dobutangne ochocardiographl¢ te~t (DET) 10 
2 doya after AMI to evaluate DET-induced home;tonal MI, MV and the extent 
el meting WMA, Homozonat MI waa defined as wom~ning or new WMA in 
the infamtod arlety podosion temton/. MV was defined as imprevi~l resting 
WMA in at toast two infamt sogment~ du,ng tow dose DET. The extent o! 
WMA was derived e~t0tdatlng the resting wad motion score index (WMSI) 
Pl~ were classified in 3 groups according to the ext~nt at S~-~,: Group 1 
ST%-~ :;,95%; Group P; 35% • ST%-I ~ 70%; Group 3; ST%,~ :: 70%, 
Group t (50 pt~l Gmt~p 2 (03 ptst Omu0 3(a4 ptsl p 
CK (UI/ll 3113 ~ 24?5 ~0R[I t taS~ ~39 t t929 001a 
WM,~i t~ I 047 t~l~ t: 041 I 43 t 034 0(~]O1 
Mi IPtSl I~ (t6%1 6 tO%) !~ 1!4%) 056 
MV Ipts) !6 (3~%) !6 t~S%t t4 It 7%) 0 09 
Cench~sions: Pts with hiker eat ot ST%. J, 3 hours attar tibrmolyt=¢ therapy 
have ~ loss extent of resting WMA but a similar iP, cidol~2o at stress induced 
llama;fermi myocardial tschomia and viability than pts v~th lower extent at 
ST%,~,  
[H-8~-92~ Limits to the 12-Lead Electrocardiographic 
Diagnosis of Acute Myocardial Infarction: Can we 
improve on ST Elevation? 
I,B,A Monown, G, MocKen;tte, R S H,W, Patterson. A.A.J. Adgey Rag:gnat 
Medical CaK~otog, y Centre, Ro)~t VK:tor~l Hnsl~tat. Be#est. UK 
B,lckground: ST elevation (STEI on me 12-lead ECG remains central lo~ 
diagnosis of acute myocardial infarction (AMIi, despite 30-50% of patmnts 
presenting with atypical ECG changes, Previous studies have laurel use el 
additional ECG features may improve diagnosis but most stuckes have been 
small or subtect o selection bias. 
Methods: We recruited 1041 unselected consecubve portents with chest 
pain (201 AMI with STE, 134 AMI with atypical ECG, 706 not AMI) and 149 
controls without chest pain. A single, blinded obsonter recorded abnormal 
ECG features including Q waves ( ::0.O3 ms & -25% Rwave). STE (~ 1 mm). 
ST depression ( :  1 am). and T-inversion ( :  1 mm). AMI dtagrtosts was ma~:te 
by WHO colons Subjects wore randomly dwided into a training (T) set f587~ 
and validation IV) sot (603) Logistic regression models I~3sod on features 
predtchvo el AMItn the "[sot wore prosp.ectively tested tn the Vset Mo~e|s 
mcludod (t) STE in any load (,) site specd=c STE (.t) any abnormal feature m 
any lead (iv) any site specific abnormal feature. 
Resuffs: STE models had reasonable specificity but poor sensitivity for 
AMI. Use el 1 mm STE in leads V1-V4 instead o! 2 mm. ~:2 contiguous 
loads, or reciprocal changes did not improve overall classihcation Both 
simple and complex feature modets only improved specificity with further 
loss at sensitivity 
"t~30t %SOP,. 5poc Vs0t %sons 5DL'~ 
STE any lead 64 83 67 81 
STE spocilqc site 43 95 56 94 
Feature: any load 48 93 54 9G 
F~aturo spocihc 48 94 57 
Conclusion: The ECG ts a sub-optimal tool |or diagnosis ot AML Use of 
ECG features in addition to STE does not improve overall diagnosis A rapid. 
accurate non (nvasivo method for early di,~%~asis of AMI is still required. 
i l  I Diltiazem Can Prevent the "Reverse-Use 
i 
1 84-93 
I 
Dependence" Characterizing the Class I1! 
Antlarrhythmic Effect of Sotalol 
V. Gjini, G. Ndmpepa, E. Pavli, P. (~ina. Department of Cardiology. 
University Hospital Center, Tirana, Albania 
Background: The prolongation of the refractory penod by class III antiar- 
rhythmics is attenuated at short cycle lengths. Ibis is thought o be related 
to the increase of the intracellular Ca `+ at rapid heart rates. We investigated 
whether Diltiazem (D) had any effect on the QT I segment prolongation 
exerted by Sotalol (S) at different heart rates. 
Methods: 10 pts with ventncular arrhythmias but without evident structural 
heart disease were ECG monitored for 24 hours first in basal conditions and 
